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Clinical

MHV infections in immunocompetent mice are usually subchnical
However, inasmuch as numerous factors related to the virus (e.g., virulence
and organotropism) and the host (e g , age, genotype, pathogen status, and
experimental modifications) affect disease expression due to MHV, a range
of clinical diseases can be anticipated (Barthold, 1986a,b) Most infections
follow one of the following clinical patterns:

a. Enzootic (subchnical) infection This has been the most common
pattern in the United States because of the high prevalence of MHV in
breeding populations Adults are immune due to pnor infection. Newborn
mice are protected by maternally derived passive immunity that wanes by
weaning age. Infection is perpetuated among partially protected weanlings
with little or no clinical disease (unless they are compromised
immunologically such as by experimental procedures) (Manaker et al , 1961;
Hierholzer et al., 1979; Ishida and Fujiwara, 1982, Barthold, 1986a,b).

b Epizootic (clinically apparent) infection This is the pattern usually
seen in infant mice of naive breeding populations housed in open cages
The infection spreads rapidly through the entire population. In infections
due to the more virulent enterotropic strains, diarrhea with high (up to
100%) mortality can be seen in infant mice, whereas only moderate losses
of infant mice are usually incurred due to the nonenterotropic strains.
Infections in naive adults are usually subchnical (Rowe et al., 1963; Barthold
et al, 1982, Barthold, 1986a,b)

c Wasting syndrome in athymic (nu/nu) mice Athymic mice develop
severe generalized disease characterized clinically by progressive emaciation
(wasting) leading ultimately to debility and death (Sebesteny and Hill, 1974;
Hirano et al., 1975b, Fujiwara et al., 1977, Ward et al., 1977) Jaundice
may be observed in some cases Diarrhea may be a leading sign in cases
with enterotropic MHV infection (Barthold et al , 1985).

Pathology

Much of the vast literature on MHV infection is not helpful in
understanding the pathogenesis of natural MHV infections In many published
studies, inordinately high doses of the virus were inoculated by unnatural
routes, mice of unknown (or unstated) pathogen status were used, and few
target organs were examined for lesions (Barthold and Smith, 1984).
Nevertheless, much has been learned about MHV infection. Strains of
MHV differ greatly m virulence and tissue tropism (Taguchi et al., 1983;
Barthold and Smith, 1984; Boyle et al., 1987), mouse strains differ greatly
in susceptibility to MHV (Knobler et al, 1981; Smith et al., 1984; Barthold,
1986a,b), and these factors interact with host age, and route and dose of